On the auto-immune study we found negative ANA-IFA, positive ANA-screening multiplex, a positive anti-Jo1/HRS Ab, and the rest of the study was negative, with complement values within normal limits. Urine contained dysmorphic erythrocytes in the urinary sediment and proteinuria of 0.4 g/24 h. Imaging included chest X-ray which showed a bilateral interstitial pattern confirmed on chest scan (findings of bilateral interstitial disease). Electromyography showed signs of inflammatory myopathy. The muscle biopsy findings were compatible with inflammatory myopathy, an immune myopathy with perimysial (around miocyte) pathology ( Fig. 1a ). On immunohistochemical study there was diffuse overexpression of MHC-1 in the membrane of the muscle fibres ( Fig. 1b ). Renal biopsy showed renal parenchyma with mild mesangial expansion. IgA was present on direct immunofluorescence ( Fig. 2a) . Electron microscopy showed, as the main abnormality, mild mesangial widening from both cells and matrix with frequent homogeneous electron-dense deposits (Fig. 2b) . The patient received treatment with steroids at a dose of 1 mg/kg/day and azathioprine 100 mg/day, which was tolerated well, with clinical improvement, a reduction in markers of muscle damage, and resolution of the interstitial pattern.
Although the presence of ASAbs was previously considered specific to polymyositis and dermatomyositis, during the last Fig. 1 -(a) Haematoxylin-eosin study of skeletal muscle tissue with mononuclear inflammatory infiltrate with preferential perimysial localisation. (b) Immunohistochemical study of muscle tissue for MHC 1 (HLA) showing its overexpression in the membrane of muscle fibres.
Fig. 2 -(a) Immunofluorescence study of renal tissue showing mesangial deposits of IgA. (b) Electron microscopy showing electron-dense deposits in the mesangium (white arrow).
few years there has been describing a syndrome comprising the presence of these autoantibodies along with interstitial lung disease, arthritis, fever, hyperkeratotic lesions on the hands (mechanic's hands) and Raynaud's phenomenon, which has been called ASS. The clinical presentation varies between pulmonary, muscle, and/or joint disease, but data on renal involvement in this condition are very scarce. 3 One excellent French study described 14 cases of nephropathy and inflammatory myopathy (documented with biopsy), of which 3 cases were ASS. 4 Two patients had mesangial IgA nephropathy and one patient had a membranous nephropathy. The 2 patients with mesangial nephropathy received immunosuppressive treatment with steroids and methotrexate, achieving complete remission of renal disease. Mesangial IgA nephropathy is the most documented glomerular disease associated with ASS. [5] [6] [7] The prognosis of such patients is usually determined by pulmonary involvement. The optimal treatment for ASS is based on the administration of steroids and immunosuppressors, although there are other cases described that have been treated successfully with rituximab. 8 In conclusion, although inflammatory myopathies are uncommon connective tissue diseases, we should look for their co-existence in patients with renal disease. In ASS, the most frequently-associated glomerular nephropathy is mesangial IgA nephropathy, which has a favourable outcome in most cases. r e f e r e n c e s
